The association of the disease with ischaemic heart disease, hypercholesterolaemia, diabetes and nocturnal hypotension also suggests that circulatory dysfunction may be involved. 22, 23 However, the precise roles that nocturnal hypotensive episodes, defective optic nerve head blood flow autoregulation, vascular endothelial dysfunction or small disc area may play in the aetiology of this illness have yet to be specified.21
In conclusion, ischaemia can provoke a diverse array of pathological changes in the central nervous system, the specific lesions apparently depending upon both the duration and the severity of the vascular insult, and upon the structure and cellular capacities of the tissues affected. While the critical experiments have yet to be performed, the possibility remains open that the distinctive pathologies of glaucoma, AMD and AION could all arise in toto or in part from compromised delivery of nutrients to ocular tissues. If this hypothesis is borne out, vasoprotection may yet prove to be a primary avenue for disease prevention across a wide range of ocular illnesses.
